SUMMARY A 70-year-old woman presenting with typical polymyalgia rheumatica (PMR) and a normal temporal artery biopsy appeared to respond completely to low-dose prednisone therapy. A subsequent biopsy showing temporal arteritis with a normal sedimentation rate and no recurrence of myalgic symptoms emphasizes the unpredictable course of treated PMR and the need for continued clinical as well as laboratory follow-up.
Polymyalgia rheumatica (PMR) (Kogstad, 1965; Bruk, 1967; Hamilton et al., 1971 ) is typically associated with a raised erythrocyte sedimentation rate (ESR) and frequently responds to corticosteroid treatment in low dosage. Giant cell arteritis (GCA) may complicate PMR in up to 50% of patients (Hunder et al., 1969; Fauchald et al., 1972; Hamrin, 1972) . PMR and GCA rarely occur with a normal ESR; and the occasional patient who has developed or has had an exacerbation of GCA while undergoing treatment with corticosteroids has also had a concomitant rise in ESR (Kogstad, 1965; Beevers et al., 1973; Klein et al., 1975) . We report a patient with typical PMR who developed temporal arteritis despite apparently adequate corticosteroid therapy and a normal ESR.
Case report
A 70-year-old White female presented with a 3-month history of morning stiffness and pains of the hips, shoulders, fingers, and wrists, and intermittent fever to 37 8°C. Symptoms improved during a 1-week trial of oral corticosteroids but recurred after the medicine was discontinued.
The 20, 19 , and 20 mm/h, and haemoglobin 13 4 g/dl. A right temporal artery biopsy (Fig. b) showed typical features of giant cell arteritis and a left deltoid muscle biopsy was similar to the previous one. Prednisone 10 mg twice daily rapidly alleviated her temporal pain. Subsequently, she has maintained a normal ESR and remained asymptomatic except for continued angina pectoris. The patient's initial presentation was entirely consistent with uncomplicated PMR. Clinical symptoms were typical, the ESR was markedly raised, and she responded to low-dose corticosteroids with relief of symptoms and by a return of the ESR to normal. At that time there was no evidence of giant cell arteritis either clinically or by temporal artery biopsy. The development of angina pectoris was thought to represent atherosclerotic cardiac vascular disease, although involvement of the coronary arteries by the arteritis has been reported by others (Morrison and Abitbol, 1955) .
Development of giant cell arteritis occurred as the prednisone dosage was slowly being reduced but with a normal ESR and no recurrence of myalgic symptoms. Others have noted the hazards of relapse in the course of GCA when corticosteroid therapy has been discontinued or reduced too rapidly (Hamilton et al., 1971; Klein et al., 1975) . Relapses have also occurred with very gradual reduction of corticosteroid dosage or during long-term maintenance therapy, although the ESR was raised at these times (Beevers, et al., 1973; Klein et al., 1975) . The ESR is not always raised in patients presenting with PMR (Bruk, 1967 (Beevers etal., 1973 
